Adult acquired combined immune deficiency is an unusual occurrence in rheumatoid arthritis (RA). By virtue of the immunological pathogenesis of RA1,2 and the effect that the disease itself has on the immune response'v', immune deficiency in RA presents a special challenge to diagnosis. In this paper, we report a case of adult acquired combined immune deficiency that was attributed to gold therapy.
Case report
Mrs MS was diagnosed in 1980 as having rheumatoid arthritis (RA), when she presented aged 48 years with symmetrical sero-positive polyarthritis. General examination was normal apart from left basal crepitations. She was treated with D-penicillamine, but in July 1986 was changed to sodium aurothiomalate because of increased stiffness and joint pains. After receiving 130 mg over a month, she was admitted to hospital with an acute chest infection. Her joint pains and stiffness had greatly diminished and there was an improvement in the signs of synovitis. There were no palpable lymph nodes, but she had a 30 mm palpable liver and a 20 mm palpable spleen. Investigations were as follows: haemoglobin 12.0 gldl, white cell count 12.6 (lymphocytes 1.3, monocytes 0.9, neutrophils 10.4) x 10 9 per litre; platelets 364 x 10 9 per litre; erythrocyte sedimentation rate 38 mm per hour; serum albumin 37 g/litre, serum globulins 21 g/litre; Rose-Waaler and latex rheumatoid factors assays negative. Serum and urine protein electrophoresis showed no evidence of myeloma. A diagnosis ofcombined immune deficiencywas made on the basis of reduced circulating immunoglobulins (Table 1) ,reduced circulating B lymphocytes (Table 1) , reduced bone marrow lymphocytes and plasma cells,and both early and delayed cutaneous anergy to a panel of recall antigens, including tetanus toxoid, candida albicans, oldtuberculin, diphtheria toxoid,streptococcus C, trichophyton mentagrophytes, and proteus mirabilis, Her HLA type was A3/24, B7/60, DR1I4.
Abdominal ultrasound and CT scan confirmed hepatosplenomegaly, but failed to contribute to the diagnosis. Skeletal survey and 99 mTc bone scan failed to show evidence of tumour metastases. Liver biopsy showed non-specific granulomatous changes, but no evidence of tumour or amyloid.
The patient's chest infection responded to antibiotics. However, the levels of serum immunoglobulins did not rise over 6 months and she had 2 further infective episodes. She was therefore started on immunoglobulin replacement therapy.
Discussion
Although a predominantly non-erosive sero-negative Staining for surface immunoglobulin revealed B cells to be 94% IgMlIgD positive and 6% IgG positive. No surface IgA positive B cells were detected. polyarthritis has been described as a feature of adult acquired hypogammaglobulinaemia-", the clinical course and the presence ofrheumatoid factor in our patient would argue that the immune deficiency ?C.curred in the setting of true RA. Indeed the patient's joint symptoms had improved considerably at the time of hospital admission, perhaps reflecting either a dependence on an intact immune system for the maintenance of rheumatoid synovitis, or possibly an early. response to gold. However, besides being associated with arthritis, adult acquired hypogammaglobulinaemia is commonly associated with other autoimmune phenomenas, and it is of interest that our patient has vitiligo.
In view of the association of rheumatoid arthritis with depressed T cell function both in vivo and in vitro3.4 it is posible that the depressed delayed hypersensitivity responses were a reflection of the rheumatoid disease itself, rather than due to the same process responsible for the depressed humoral immunity.
While serum immunoglobulin values at the time of presentation are not available, the presence of normal levels of serum globulins (26 gil) argue that they were normal. However, it is possible that a subtle immunodeficiency has been longstanding, in view of the presence of left basal crepitations at the time of diagnosis of rheumatoid arthritis, and a record of numerous episodes of 'flu', urinary tract infections and bronchitis in the rheumatology clinic notes. Development of clinically manifest immunodeficiency was, however, contemporaneous with the initiation of gold therapy. It is tempting to invoke gold as the precipitating factor in our patient, particularly in view of her relatively greater deficiency of IgA, and the known effect of gold in inducing IgA deficiency? and panhypogammaglobulinaemia'"!'. In this regard it is noteworthy that the patient only received 130 mg of gold. As a relatively small total dose of gold (300 mg) was judged to be responsible for one of the cases reported by So et al. B , it seems possible that acquired immunodeficiency may occur as an early manifestation of gold toxicity. We report a case of a traumatic diaphragmatic hernia presenting as a faeco-pneumothorax 18 months after the initial injury. We are unable to find a similar presentation in the literature.
Case report
A 45-year-old man of no fixed abode presented as an emergency with a cough and shortness of breath. A chest radiograph showed a large left pneumothorax with a fluid level and mediastinal shift to the right (Figure 1) . A chest drain was inserted which drained turbid fluid containing recognizable food. An oesophageal perforation was suspected, but a gastrografin swallow was normal. Culture of the fluid grew Streptococcus faecalis and multiple anaerobic organisms. The patient's condition deteriorated and operation was advised. A 50 mm defect was found in the left hemi-diaphragm through which there was an irreducible hernia of the splenic flexure of the colon. At the apex of the hernia the colon had perforated allowing the escape of semi-solid faeces into the pleural cavity. The colon was freed, the diaphragmatic defect repaired and the splenic flexure resected. Histology of the resected specimen showed no evidence of colitis or carcinoma. Postoperatively the patient had multiple complicationsincluding dehiscence ofthe wound, an anastomotic leak, Meleney's gangrene of the anterior abdominal wall and a left empyema. Even so, the patient recovered and left hospital after 4 months. During convalescence it was discovered that he had been admitted 18 months earlier having been stabbed in the left side of the chest. A chest radiograph taken at that time was normal and the injury was managed conservatively. 
Discussion
Post traumatic diaphragmatic hernia was first described by Sennertus in 1541 with the first successfulreduction and repair recorded in 1900 by Walker'. Delayed presentation of traumatic diaphragmatic hernia is well recognized'', but a spontaneous faeco-pneumothorax as the presenting feature has, so far as we are aware, not previously been recorded.
Acquired diaphragmatic hernias are more common on the left with only some 13%presenting on the right probably due to the liver acting as a buffer to injury on this side'', The causative trauma is either a severe' blunt injury or, less often, a penetrating injury such as a bullet or knife wound, as in this case. Most patients with delayed presentation have non-specific symptoms which include those of intestinal obstruction as well as chest pain and varying degrees of dyspnoea. The initial injury is often forgotten. As the diagnosis is frequently missed unless a high index of suspicion is maintained, the condition must be actively
